There have been isolated case Accepted for publication 24 September 1985 We have assumed that clinical episodes of near syncope or syncope in patients in whom the only identifiable abnormality is increased vagal tone during electrophysiological study were the result of the increased vagal tone. We have attempted to control the symptoms with specific anticholinergic treatment aimed at reversing the increased vagal tone. We report the long term results of this treatment in 12 patients with near syncope or syncope and isolated increased vagal tone at electrophysiological study. Our definition of increased vagal tone at the time of electrophysiological testing is arbitrary but it is consistent with that in published reports.67 Although primary atrioventricular nodal disease could have been responsible for these electrophysiological findings and is also reversed by parasympathetic blockade,9 it is unlikely that our patients had this abnormality since they did not show progressive atrioventricular conduction abnormalities. The findings during long term follow up, during which no other causes for the near syncope or syncope emerged, and the apparent response to specific anti- McLaran, Gersh, Osborn, Wood, Sugrue, Holmes, Hammill cholinergic treatment support the suggestion that increased vagal tone was the underlying factor responsible for the presenting symptoms. Mechanisms other than increased vagal tone 'could have been operating, however; for example, an increased sensitivity to acetylcholine or a decreased activity of acetylcholine esterase at the nerve terminal. These factors were not investigated in this study.
Excessive resting vagal tone has been reported in some cases. These are usually young people or highly trained athletes with reversible atrioventricular block on electrocardiography. 10 indicates the diagnosis, and loss of consciousness may be avoided by lying down when the warning symptoms occur. In patients who have recurrent vasovagal episodes that are not necessarily associated with a provocative event or that have a limited prodrome, the use of anticholinergic agents seems justified. As reported in this study patients occasionally present with recurrent near syncope or syncope with no identifiable cause. In such patients the results of electrophysiological testing may be normal except for evidence suggestive of increased vagal tone. Anticholinergic agents are worth trying in these patients.
The clinical implications of this study are important for patients who have near syncope or syncope with clinical or electrophysiological features compatible with increased vagal tone as their only identifiable abnormality. Whether this entity represents excessive vagal tone or another form of atrioventricular nodal dysfunction that becomes normal on atropine is not particularly important. In general, permanent pacemaker implantation can be avoided in these patients, and anticholinergic agents are worth trying.
